Abstract A 15 year old girl who had pain, oedema of her left hand, and fever of four months' duration is described. Marked demineralisation of her hand was shown by radiography, and increased articular uptake by technetium-99m bone scan. All these changes were indistinguishable from reflex sympathetic dystrophy. After two admissions to hospital and multiple explorations we discovered that she had induced her symptoms herself and a diagnosis of Munchausen's syndrome was made. As far as we know this presentation has not been previously reported and might help to explain the physiopathology of some signs of reflex sympathetic dystrophy.
It is unusual to find the term Munchausen's syndrome in rheumatological reports because it is essentially a psychiatric disorder, defined by the Diagnostic and Statistical Manual of Mental Disorders as the presentation of physical symptoms that are apparently under a patient's voluntary control.' This disorder must be distinguished from conversion disorders or malingering. Usually the patient requires multiple admissions to hospital and has the secondary effects of unnecessary explorations and treatments.
We present the first case, to our knowledge, of Munchausen's syndrome presenting as reflex sympathetic dystrophy. We have not delved into the psychopathological aspects of the syndrome, more characteristic of psychiatric reports, but this case illustrates the poorly defined limits of the reflex sympathetic dystrophy syndrome and might explain the physiopathology of some of the manifestations ofthis disorder, such as the regional osteoporosis or the bone scan uptake. (fig 1) , tenderness, and impaired motion of the left hand and wrist. Elbow, shoulder, and the other articular regions were normal.
Laboratory studies showed the following values: erythrocyte sedimentation rate (Westergren) 3 mm/h; packed cell volume 39 5; haemoglobin 127 g/l; platelet count 213x 109/1; white blood cell count 5-01 x 109/1 with a normal differential count. Normal results were obtained for glucose, serum electrolytes, creatinine, calcium, phosphorus, bilirubin, serum glutamic oxaloacetic transaminase, serum glutamic oxalopyruvic transaminase, alkaline phosphatase, creatine kinase, prothrombin time, activated partial thromboplastin time, and urine analysis. Serological tests for hepatitis B antigen and antibody, antinuclear antibodies, rheumatoid factor, brucella, and lues were negative. Purified protein derivative skin test and cultures of blood and urine were also negative. Radiology of the hands showed increased juxtaarticular osteoporosis (fig 2) , and a technetium99m (99'Tc) bone scan showed marked uptake of 9'Tc in all joints of the left hand (fig 3) .
Despite the normality of the laboratory tests and because of the fever, radiological and bone scan changes we performed a synovial biopsy of the wrist suspecting an infection. Examination showed only interstitial oedema without cellular infiltrates. Bacterial, mycobacterial, and fungal cultures were negative. Because of the absence of infection we started treatment of the symptoms with low doses of steroids (15 mg/day methylprednisolone) and postural treatment, with poor results. The patient was discharged.
At the next consultation it was clear that the oedema of the hand had increased and the patient and family confirmed fever; we decided to admit her again to hospital. On this second occasion no changes were seen in the physical, analytical, radiological, and bone scan examinations. Computed tomography of both wrists only showed marked demineralisation of all carpal bones without erosions.
We were puzzled and did a further biopsy of the dorsum of the wrist, but the histological findings were again normal. Cultures of surgical samples were also negative.
When we had carried out many diagnostic tests and could not think of a different approach the suspicion grew that the patient might herself have induced her symptoms. This led us to watch the patient with increased vigilance. We discovered that she had induced the 'fever' by rubbing the thermometer and produced the symptoms of the hand with a tourniquet on the wrist (see the mark in fig 1) . A diagnosis of Munchausen's syndrome simulating reflex sympathetic dystrophy Munchausen's syndrome was made, and the patient was referred to the psychiatric department.
Two months later we saw the patient again. Clearly, a tourniquet applied to a limb, as in our case, can induce venous stasis and this might induce the regional osteoporosis and technetium uptake on bone scan. For ethical reasons it was not possible to confirm this hypothesis by reproducing the syndrome after it had resolved.
It is possible that the compression of the tourniquet might induce a true reflex sympathetic dystrophy syndrome. This is unlikely in our case because the vasomotor and other 'sympathetic' changes and shoulder symptoms usually present in the shoulder-hand syndrome were absent. Additionally, the symptoms resolved rapidly after removal of the cause.
It is also true that immobilisation can produce juxta-articular osteoporosis and abnormal bone scan, but we may disregard this as the patient was never immobilised with splints. sympathetic dystrophy. 
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